whilst similar changes in animals are difficult to detect. Yant et al. (1934) showed that cerebral cedema occurred in dogs killed after breathing an oxygendeficient mixture and that the appearance of the brain was similar to that found in carbonmonoxide poisoning. There was severe perivascular and perineuronal cedema involving the cortex, the corpus striatum, and the dorsal nucleus of the vagus. In slow carbon-monoxide poisoning the aedema was so severe that the specimen had the appearance of an artificially injected preparation. Chornyak (1938) showed a similar correlation.
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In our experiments, dogs were anaesthetized with 2 5% thiopentone sodium in a dosage of 12 mg/kg body weight. They were intubated under topical anesthesia with 4% lignocaine and an2esthesia was maintained with 90 % nitrous oxide and 10% oxygen. The femoral artery was cannulated so that an accurate recording of the blood pressure could be obtained and the respiratory pattern was also recorded. The animals were subjected to six successive attacks of anoxia at intervals of ten minutes by merely cutting off the oxygen supply. This technique is a variation on that described by Dessoille (1932) .
The response to anoxia was at first a period of hyperventilation followed by respiratory arrest with a subsequent fall in blood pressure as circulatory failure occurred. When the fall of pressure reached 50 mm Hg, artificial ventilation with pure oxygen was instituted and recovery ensued.
The characteristic feature of this recovery was the large rise in blood pressure, often to 300 mm Hg which took place before normal respiration returned. After 10 minutes when the animal had settled to normal the procedure was repeated, and after six such episodes the preparation was complete. The recovery of the animal from each episode became progressively less, and indeed 30 % of our animals perished either during the preparation or at some later date, a fact which led us to believe that the degree of hypoxia was severe.
The cannula was removed and the dogs breathed pure air from then on. They were either left untreated or were given 50% sucrose intravenously and all animals were killed on the fourteenth day for post-mortem examination.
In order to assess the benefits of treatment a system of "points" scoring according to a predetermined scale was evolved, as follows:
Score The scores were recorded at half, two, six and twenty-four hours and at two, seven and fourteen days after the end of the preparation. The maximum possible points for each was therefore 35. The majority of the treated animals had a higher score than the untreated (Fig. 1) when all the scores were totalled, indicating a more rapid return to normal.
animals were comatose and therefore scored 0.
At half an hour a slight difference may be seen between the treated and the untreated groups, but the greatest difference occurs between the sixand twenty-four-hour periods, presumably when the aedema was exerting its maximal effect in the untreated cases.
It If these scores are now plotted by taking the mean score for each group at each assessment time a most interesting pattern arises (Fig. 2) . At the conclusion of the preparation all the able to demonstrate a wide variety of post-anoxic sequelk similar to that seen in man, but I am sure that this is due to the relatively low position that dogs hold in the phylogenetic scale; had we been able to use monkeys we should have demonstrated a wider differential between the treated and the untreated groups. Nevertheless I feel that the results substantiate our belief in the early treatment of cerebral hypoxia by dehydration therapy, especially with 50% sucrose in the first instance, in order that the appalling results of irreversible cerebral damage may be avoided.
